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2 - /MR- jj& 

3- Convulsions 

clinical £^=>tj- 

7- C-P- 

2- Hydrocephalus 



i-uSi (j£ clinical pictures J' <Jjt j^ JJ 4i£JLJt 

CCC i <*X i *ft 


Clinically : 

Jit ft- o! jjji ^ comment neurology 4lt-* </' 

7- /Motor system- 

2- Sensory manifestations- 

3- Autonomic manifestations- 

A- higher functions as /MR or convulsions- 


7- /Motor system 


A - /Muscle power 

: A leuro anatomy -it je SjSa ^.U ^jV 

<r crania! nerve or anterior horn cells <- L/M/\J -it orders jJjt 'IjS jUj ^ 4- U/MI\I -It t-H - 

— target muscle -J ^ Axons -It jilaj 

.jojS Ujjc. fibers Jt i> je °J-f <■ Any muscle J=Jj - 

AHC l> j /v£er JS jt ^ j&a 5 fibers if °Jf ^ muscle Jt jt ^ J^=>jJt * 

-> So, 5 AHCs give 5 ms fibers 

then to 5 fbers <- 5 AHCs -11 -i^l j cuay ^ ^ Ul ( order ) j-Vt j 

fi^.tj fber Cjajlt <iJajit tjLa*j 


■lass A ms fibers 


r SJU- 4J ms fber Jt ji fber Jt jt neuron t-J J 5 Jt j- jt jaJ& * 

.... S^all j>a SO % jliiac- -i^tjj t j lx'u a j 

( SJU_ij (jio fbers Jt J£ (_£■“ )weakness IgjjS j^ QO % _j Jiliii iJj=uJt oLa Cu^Jail iaiJ S-i^lj .i*jj * 

paralysis fibers Jt J£ function Jt JS gJ Loss jl j£l - 


3 





























T upper limb : 

I'ufrj 4jalj JjS 

'-$jj '4 s muscle power Vi 

U/eakness or paralysis ?? 

if- S^ lS^j 

fff History -S' i> ls'j! l£S 

'•$j'4j muscle JS JUrna 

A- Small muscle of the hands... 

• • • ^ ) *». si^jj ^iall cj.La^J jl 

rrrrr 0 ^ qi ^LuvI^ji jjj-s ^ >*-u 


B • Elbow... 

lilUllt ji £ j-ilt ^ j 0U.UJI Jaajj extensiors -S'j juii flexiors -S' 


C- Shoulder... 

r^S' 1 / ita) iaaj flexors -S' 


fSi\ i> Jj4j extensors -S' 
cdLL Ciaj JjSlSil jl A - kil' t JAl adductors -S' 


2~ Lower limb... 


A - Small muscle of the foot 

tj/WW.i Alla j Cuu ^ (jauV Jljil 

4_u Vjl 

normal muscle power 'jj'j 
ff^La jAj Ala j»iu (junia'I Jljil j£U Jjij 

U (jjjl 

rrr l*j <Uj t—iQa 


fYlotor only ^ o^j jSa 
motor and sensory j' sensory jjj U jlj 

B - Knee 

Flexion of knee occur with flexion of hip also extensor with extensors 


C - Abductor & adductors... 

^Lall ^j-a JjU Ulj ^JUa Ulj ^-gA^LujIj 


abductors -S'j ^ - SA ’j adductors -S'j Ja-j ^ Ja.j J=lLU Uij 


3- Trunk- 

• jaV' JLaUJj 

A - Flexors 



ji o.ic.LauJ .ia. La j.i9J -^'_jS' 


B - Extensors 


rrrr v vj ju . 

• • extensors -S'j trunk -S' gon ^ LA <>» jVl jcli -ia.'j jS 


£ - /Muscle tone 
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fff tone -it Aj) fjb 

origin -Jt da ail i> >-aai Ut Uoic muscles -1' J£j •• Insertion Wj Origin W muscle -1' u! - 

cJjll JtjL stretched ^UiUa Insertion d\j 

c^x-id stimulation AHCs -1' d spinal cord -1' °U?ul d signals ^a A-l^»Jt UU spindle cells aJ 4Lj=«JI 1j*.j - 

contract muscle -JJ 

Paralysis and weakness 4- hypotonia or atonia ji hyper tonia t-J W fc<?A?e -Jlj - 

plU ^jl o-lic. <U*-Jatj d** oJ A^U ^Ait ^jLUc. Aj^jalu J-a _1 j-Yij ^l- U u l l ^j Ut i C . ^.xalJglt .'i-QA-o Cljla.j y£ i^SiC- ^j-o ^a!/\£ A-UaJalA Ut ^ 

UljL4 la.J Aj Jg.a-alJ A^Jalj Uit 

j^jviu dij|j jt aj\j iliil j di!5Uj=uJt ^ylc. -hal-vi jlUc. Ull$ILk. Jlajj Ajl-vua Ujj *U=*.Ua. AaS 

tone Jt rrrr aJ l^J —Tone Jt 

rrrr V J Tone jt ijs 

6 cm t^ja!iljA lUiuij biceps Jt £ . &+* & _$1 ulUi 
8 cm t-fcj&tj biceps Jt ucti j Insertion Jt j Origin Jt t-« Ait—Jt duJ J 

stretch fff *ut ifrJ^t f»JV Insertion J'j Origin J' da u biceps J' d^ % 

insertion J'j Origin Jt da U> AiUixlt ^ Jai l 4m> a1j=c. 

/s stretched ^ aL* 36, 

«« 

Impulses ^*4a ( /Yluscle fibers Jt J muscle fibers Jt stretched UUj aIjoJI U1 

dorsal root ganglion JJ f. r . r d 1«u*jU 
aj^ l _ ujc . aJSU l^elu Axon Jt — spinal cord Jt 1 jj UJ>U>. cs j dorsal root ganglion Jt 

T shaped aJ£U 

Posterior horn cells JJ aj^U dorsal root ganglion Jt «« dorsal root ganglion JJ impulses ^*4a fibers Jt d=^ 
nerve fibers JJ <*=-U Anterior horn cells Jt «< Anterior horn cells JJ aUcU posterior horn cells Jt fjij «« 

contract Jt-^c- 

rrrr V Vj •••Is contracting dd%dc. cJij uUjU- ULj 

disuse atrophy 

rrrrrr tone Jt ^tj*- 4 Jt j* u£tua*jt ui _$i i_ja 


Pyramidal J' TTTT tifl-Uaxlt 

rr v vj aj i> 

rrrrrrrrrrr au inhibition J^ rrr tone Jt J^ pyramidal j^ 

( (: <^t-«l! Aaaj JJjSJJj u uC- 1^ jAJ^JJt ^J^AAA ) t-Jt 

JUJ tone Jt ti±i biceps Jt AiJ ( ‘J-ijI chu* ^ajt j] J fff l* fff j*Sh biceps Jt 

rrrr • • • • t^*J% tone jt biceps Jt tJ-ijt cJ jzd LJ 

(_>^a!5U>. <Lj=uJt ^ic. iial^lA Ut Sjc.j (_^aSLa tone JJ Jj% <<< tone Jt d 44 tit ILj JiJil Pyramidal Jt 

atrophy l^SUt 

rrrr v Vj 

Vj lost tijj Inhibition J 'p yramidal tract Jt ^j^=> jJ IUj — Inhibition TTT tone Jt d aj' lU*aj pyramidal tract JU 

Lost % »i . rrrr v 
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fffff tone Jt Ji- o-io 

hyper tonia J-=*^ ftt 

Hyper tonia fff <J Level of the lesion Jt cdL«]l J£ ••• ^ Ua Pyramidal tract J' J*ik A ^ 

fff contract Ja rrf impulses stretch “^“Jt »■* nerve J' jl d^ 

fTTf Lower Upper aJ nerve ‘-HH a 

Lower »j 

Lost_???? <J fco^e jt Lower motor neuron lesion J' yk ILj 

rrrr tone Jt Ja Nerve Jt lit 

Z>o$fc j' Z/iypo fcoff/a fff »j4il <J J' Lower motor neuron lesion J' jj Nerve lesion <J' ^ 




C - Deep Tendon Reflex 
: yJVt tendons Jt hummer jt j^j 

sudden passive stretch ^ sudden massive activation of flHCs ^ sudden massive contraction of all muscle 

comment Wk. ^Xu <a.U calls ^ 4- fibers 
deep tendon reflexes ^ yJ 1 ' 


D - Muscle state 

Size of the muscle 4- W-k Lu$j 

ff Pseudo hypertrophy 4ij*da ^ jjj£ i$-.- >a Vj fff Vj ls’-H 0 

vascular flow -It feja jc. y-?*u energy IgiV vascular supply W muscle -it d' jk'■**■) - 

vascular flow J' ljd=>jj ••• waste product 

vascular supply -jjt ^jV t^kti activity -It Jjji jJi^ Muscle - 
neuro vascular connections t-J^- kd - 

muscled > ‘jc'jj vascularity Jt 4- /7eri/e supply Jt j) 

vascular flowd\ AijjJ arterial flow Jt !/•£>• J^ onaj signals Nerve -It U JSa 

vascular supply JL Jab jla Lower motor neuron -It ja vascular supply Jt yk ^vuH i 
/y uj%!j f JtJ t ^>-> J wasting J"“^j Muscle Jt yk degeneration J^*=u t-kJ - 

Upper motor neuron lesiorH\ ^ JiLaa^a »jj - 


so eari 


disuse atrophy just so late uj%; Upper motor neuron lesion -It J* J-^h lA^ y- 111 

6 - Muscle fasciculation 

isolated fiber contraction 4k u! ^li«^ fasciculation -it r£l ^.\ 3 contraction I g . L^vj fibers Jt J£ J' - 

..... \£jt> j ^111 fibers Aj^uj a*jj 4,\a>>x 11 4_ujc._j 4u9 

pJ' ^Jtjo^JI l^i yzu cjj fasciculation Jt - 

: 4j^ tongue Jt 4^-k J* Muscle of ^ ^ - 
purely muscular organ covered by mucosa ( transparent ) and no submucosa or fat as other muscles 

<Lu jxdj jjuS ^ jLaJI (jll 
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_ll UU1 ja ^]\\ 



Jl • • • • £j^uil! ^jAc. ^Ij cdLa^J ^ 
-■5 I 1 | -"j 


J LiljSj 


Distribution 



("' ) rrr *v ^j cb^ lsj 

extensor Cbv + extensor 

3- Proximal more than distal o*s*S' j' 

AXa £<LiJ L_wabil jl (j-axiAslI jjJjj (^jJoS^jaUA _$' i^h-uAJ 

rrr giku ufa 

jjjSj b jjji 


rrr &jauii ^ 

jjjSj b jjjt 

rrr Aajja 

JJjSj \j jjjl 

So , Distal more than proximal 

* _ n^jj cl^ ” t _ 5 ^J ^ o-icb-uj .ia*. jajV — ^L-u ^.U-aj cdljisj 

_ So, Proximal more than distal _ 

( 4u2 tiljljj Uuj Clil^JaL^-o ^j-o 

proximal or distal 

>jljxaj f-Vj Upper limb -It ^ 

c-ulu^lt tjaul; Vj <*m ^iki lower limb ^ 

^■‘tf.j distal -Sb <*AA_il^)lab Ajj-aalll j--~axv o^juSi ^yu AjjajI'I ^SS'-S _jl ••• ^S^LUti b 

6J3W ^jbic. (jj3 o^jAalu 

(Jliui IjA prOXimal Vbj o ^ _j*yl k ^..''Jt.J ^-j j lj& distal -S' Ik 4j jx_.)UI a Ajl5i ols 

distal more affected than proximal comment -2' cj 

ia£j ( _ r i*j Ajlabll {ji jjjjISI u& oib bb adit fLui (j' AJaj^Ls 

distal -S' uj% _>&' M Proximal -1'j distal -S' u' ®a£ j Upper motor neuron lesion -S' gj u' ^ 

( Jjt j jjS . l'l J^jlj ^Ljatjj (J^i UJ% 't'J 


2- Sensory system 

JlikVl iji deep sensation ^ t> jSt superficial sensation J' '^®*j - 

Aaasj IaI AjlSLuiIIj A iaAoll AaaIU j •<■*■<< jjj b 

rrrr si vj o*^ aisi*iSmi ^ ‘Uta^.b uij 

dendrite skin -1' l> <■ in posterior root ganglion <■ 7sfc order neuron -1' bajc. Ua.1 - 

Pathway -S' 

3- Autonomic manifestations 


U Pulse rate • 
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bradycardia V j tachycardia j* d 
Heart -J' ^ s -^ c - (_w 

S Blood pressure 

heart -II ^ A.KJa-a o^jc (juj 

If ^ sympathetic- 
If A? -> parasympathetic- 
■f sphincteric control : 

Sympathetic ^ retention- 
Parasympathetic ^ incontinence- 

fl~ Higher functions 

oj Jj*JI g-ljj development -1' Jidi 


Z-/WA/Z- 


lower motor neuron lesion -1' cf- ^ d* '-jU-il' 

l lesions J' c#a aj) sjS dij*j jUc. lower motor neuron J' <j) ls-" 4 <J s ^ ^ 

muscle -1' flHCs -1' Jj' i> ls^ Ij lower motor neuron -I' 

7- flHCs (or cranial nuclei)- 

2- Peripheral nerve (cranial nerve)- 

3- Myo-neural junction- 
fl- Muscle- 

ffff lower motor neuron lesion o! <i'j! 

criteria of lower motor neuron lesion yJII 

Criteria of LMNL 

Motor system -M o* 

• Muscle power ^ weakness or paralysis- 

• Muscle tone ^ hypotonia 

tone -11 circle -I' 

• Deep tendon reflex 4 hypo reflexia- 

• Muscle state ^ muscle wasting -U Uajc .j 

rrrr lmnl -11 ^ ji. Ljj*j uia 

motor -I'j sensory -II Peripheral nerve -1' u’V 4 - sensory -I' j> 
So, 

7- /9/YCs ^ M? sensory loss- 
2~ Myo-neural junction ^ A/o sensory loss- 
3- Muscle ^ A/o sensory loss- 

ffff j»d-i sensation -I' i-iUa 

peripheral nerve -II ldud.1 Id 
flHCs -1' <j) 4 - \a\m fasciculation -II 
Nerve -II 4_kc.Lj=i dU (jd -UfLi*]l ls Lu i “Uij eddac. _$1 facial palsy -II 
flHCs -I' csIIjIIj Ui«jdl — fffff fasciculation jl 
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— /Vluscle -1'j junction -1' 
distal -1' l> _>£' Proximal -1' Jk distribution -I' i> /Vluscle Jl 



CP -S' ) Upper motor neuron lesions -II u" Lower motor neuron lesions jl lA 

( 

ff neuropahbic or myopathic <sy 4 - 


signals -1' ^ V j fibers -1' yj waves -1' pjV 

If myopathic 

/Vluscle -I' gj ^l*^" LLj 

If neuropathic • 

AHCs±\ j”' Nerve -II sjLSVI 

rrrr j«&i 

cr*j U« Investigation ^ J*--' 

2- Nerve conduction velocity for neuropathic■ 

myopathy <li^l j4j^ lA-S 1 

rrrr <4! ^ 

/ Vluscle -II ( ^&!l I^a JiWjj ••• superficial nerve 

AHCs j* jjjj ^ Nerve Jl Isjj 4- Normal <4*1 jl 

peripheral neuropathy <■ Impaired <4*1 jl 


ls ’I ls^ 

• 1 
• Y 


<&1 c.Ujj (jl jk I^U 


Hypotonia & neuromuscular disease 
Disease affecting AHCs 


/ Poliomyelitis- 


Infection -II csi ■*' pl-i j! J 


/ Spinal muscle atrophy Jli^VI yi <=aVI 
/ Amytrophic lateral sclerosis rare- 


Spinal muscle atrophy 


Type one = LJerding Hoffman disease cP^V' J*- ^ 

.... <a^ a JJC. 

rrrr ^ aji 


- Autosomal recessive disease 
female - male 

Affected persons ^ homozygous 

<-j jliVl ^Ijj y-a jjSI cdlil carrier u4“V' 4H* <« 

So, - positive family consanguinity + +ve family history 

C/P 


9 

































ff Ji/t\ n ^,111 4 j| 


5 nerve fibers to muscle <- ' j*a 5 neurons <_>^ y^ ~ 

( <uaj diLia _5 “Ua jil (jjli. J£ ijj ) apoptosis & mitosis W 3 U!il=»ll J£ jllllllllllllllUj 

no mitosis and no apoptosis •••• brain cells -1' U 
apoptosis of neuronal cells <)ene -Sli • • • 'i neuronal cells -1' ^ u'-^a p - 

W Programmed cell death 

Lower motor neuron -Jl Ai^Uio t.- u a j jj lc.lii Cjj-oj U5U11 Cjta - 

fff ^ 

'dllll 1 frigid ^j-a AjUtal ^_yi*a •• AaiiiaJl olrxll HHCs -1^ CjijH 1 

7- decrease fetal Movement ( intrauterine ) : 

16 -lie. -lu jxaii multi para -1' pVl lA u^ 1 j[ ( multi para ) jf& ~ 

• J ^ Jiujl TS -lie. ^)XjoU & J-® “ 


r 

<01^1 ija Jal <us<j) jjjS i^l j»Vla - 


2~ weakness then paralysis with hypotonia and hyporeflexia : 

weakness then paralysis with hypotonia and hyporeftexia <- ^ y^ neurons Jl Jl»l Jljllj - 

diagnostic ujHi tongue fasciculation lJ u^j - 

- Distribution : bilateral, symmetrical and ( proximal and distal ) 

3- Cranial nerves affection : 


: adlil bulbar crania! nerves ••• J' ^U.U JC\ Cranial nerve -1' 


* LJeak suckling and swallowing 

* Repeated aspiration and chocking 

* bJhen cry »> nasal tone of voice 

* Hoarseness of voice 

j 4ja^aia / 

ffff diagnostic tongue fasciculation 

y^' neurotransmitter <AjIc. <uJ U^U.j U!5U. as it is a degenerative disease 

( CLxi polio -1' yf ) 

/ <UiU AjajaXa / 

No MR or convulsions CP&3 — Normal Cxs^H sensation -It 

© ui u! 

CraniaI nerve nucleRyL* 

© staring look y 3 ^ 3 <■ jjc- 

( fff (_3^.U A-lli nj ^AjoUJ 4j>^ J 


Investigations 

• EMG ^ neuropathic 

• Nerve conduction velocity ^ normal- 

• CPK normal 

muscle -Jl 
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Treatment 


Supportive only- 


(jjaiaJl j Aa^JI j o^Jal a\\ (."A^ajl 


q-2 ®— 47 o 



peripheral nerved j* motor and sensory -1' g^' u^l Ij^ic. 

fff conduction of nerve impulse <S**x Nerve -I' cs'j! 

myelin JW tferye fibers -1' u’V ••• jumping -IW ( Jj-=>jj1I ) !■$& •• fJUil ^ £jJ nerve impulse -II 

rap/3 transmission -II ls^j ••• Schwann cells “j gjH' ••• sheath 

<ulol] Mode t> depolarization -Hi <■ /7<?3e of Ranvier -1' l^-Lc.j 

rrrrrrrr ^tjj 

spinal cord -II ^1 yj sensory -IIj • • <1^»*JI ^1 ^ motor -I' - 

; Ua^jc. 6^ (j-«j 

intrauterine Lili u' •• ^Jh V j ^ V neuronal cells -I' (_k>jj^II u' 0^'•“■I 

rrrrrr w <-jjj vj ^ecA support ^ ^ 

myelination i-IL <1 qSIj Meuronal cells -Hj <5^ l*! V-^' ^ - 

rrr ^gi 

6^V .AxJ tdlli 

Jji yjjjWj ••• brain -U *3?- Mji' y?A Meek muscle -1' uV ( 3 J Jj' neck support lU*j Jj*!li - 

j*jj ijg jlgjlj ••• f S--5 ) -ijc. spinal cord -I' trunk muscles -1' ^ Innervation W-l-=>_« 

u Jxj jlS LI J t^uiA jl sA^jl Iflj^j 

C 9 ) -Lc. jljjl ••• arw -II J thigh -II Wlj*» proximal muscles -U ■>»; - 

cijj ^»I-a lJjxj Jljjl ••• forearm -II j hand -IIj foot -II <- more distal -U »■£ - 

myelination -I' jj^jjl lj$j 


rrrr j^n ii* ^ ^-^-j 1 jll 

measles , mumps, chicken pox, ( j' l> ) j$-Vl j£l ••• yr**^ wrus cs' viral infection <1^ °- -'>1' - 

Vi-*! . myelin sheath -I' antibodies £ ••• auto-immunity c3^j £ coxachie virus 

i aji \ju Jj^ajall JjVI (_s j 1-^ 

g^ajl • • L iuuis l _^jj La ^yjxj AjIj u-ila 

WWW Lilli 

fff jji Lyl*j ^ jjj U C 5 1 nervous system -I' ^ Lhic clI 
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; 4iil (jl ^aj I ^ . ix'ia ^ a. \;3-ji J^ajj U Jja ) Uj*j j4 c£j^ot nerve impulse jl 

muscles -U f 7?/-/Cs or Cranial nuclei ) -1' t> >«Vl 4- demyelination J-a^j ^ 

So, lower motor neuron lesion 


So, C/P 


7- motor manifestations : 

as Deakness or paralysis• , Hypotonia & hypo reflexia- 
c_iU 2 l j] ^ muscle wasting • 

<U£ ^^xll ^ Jx. jj%j ^ bilateral and symmetrica! • 
ffff distal -1' Proximal -1' >4* ^ 

^jjlS jjlj LS ia. ) lia. s jojS signals tyi-ajj Aji S-l^i ja Ajx Aaijall diXjaaJli •• spinal cord -1' l> AjiJLL. /Ylotor signal -1' Asjuc Ik) 

V ^ dj^LJaxil j • • ^ 4 iyuJa 

^ signals V ^ U»Ld l^ic. <c. d_i!/LJax]| (jfU 

So, distribution 4 t//sfca/ more proximal 

0^>a.t . aia L_ajlc. (jjo^a 

2~ sensory affection : 

As it is peripheral nerve 4 so, sensory manifestations 

spinal cord Ut sensation -1' pathway -1' 

Igj] U l _ s \c- SjjjS <sLjlo ^iLja signal -11 spinal cord -11 dr 1 °-\«.j 11 jSLa^ls 

4-lj$-y J^-aJ spinal cord -It t> -l-yjill oSUVl j^l 

So, sensory loss distribution 4 <?/oye a/7^ stocking hypothesia • <4-j ^ 

3- Autonomic affection : 

degeneration l j^ autonomic -11 u^j 
If both sympathetic and para sympathetic degeneration <J» 

upper hand -11 -^4* ^ V (^jUllj yjj^ai -^tj jl ^ISiall 

So, 

/ If demyelination of para sympathetic ^ ^ sympathetic pulse, ^ Bh Pressure, retention of urine 

and stool- 

/ If ^ sympathetic f P ara sympathetic (i_y&2\) 

i Js- j-Lm&i (jAlfrla i-iu6U Infill LlAlSI (jkxj jj Cfl-H 

A- ascending march : 

<*1*1 4sl fffT 4*1 LSja-’l (jl) Jiiij 4 demyelination -1' u! - 

may bulbar craniaI nerves £ upper limbs -1' £ trunk -1' £ Lower limb -1' d tiUlS - 
( jvj.1 landrys ) ^ So, ascending march 

d 1 Vil (_3J^ cj^ ^ ^jLo (J^-0 

5- tender cough muscles : 

fki 4il fTfT jj tender 4utJ cough muscles -1' jaA-ilC' o! Jj J J4»l' 
then , if extensive type -> may bulbar affection 

Also, other craniaI nerves may be affected 
7- if more severe -> Pncephab-mye!o~radiculopathy cranialis 
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Ujauujj5-£- & brain -It nervous system -21 <j*2 demyelination 4-2' Guillian -21 <-»3&i 

(Fncephalo-mye!o~radiculopathy craniatis) 
roots <■ radiculopathy -21 - S-C- myelo -21 - Brain encephalop -II - 

craniaI ns <■ Craniatis -21 - 
8- higher functions : A to /flR or Convulsion 


Investigations 

a) BfVIG ^ neuropathic pattern- 

b) Nerve conduction velocity 4 impaired ... So, peripheral neuropathy • 

c) May nerve biopsy 

rarely indicated 4i» Ala. ji — Nerve -2' 0*2'J* i> 

d) CSF examination 4 Cyto~albuminous dissociation- 

Cyto ^ cells . Albuminous ^albumin• 

CNS -2' tjS auto immune diagnostic <*l^ <|4 j - 
inflammatory cells- 2'j protein -21 tijJijA CSF ^i-“ - 

Jllo liL.il j - 

1- If meningitis 4 f neutrophils & ^ protein¬ 
s’ If viral encephalitis 4 f lymphocytes & f protein¬ 
s' If auto immune 4 f protein ( as inflammation ) + no inflammatory cells 
auto immune -2' Inflammation « •• Infection u! 

Treatment 

£jLuJ! /ji Jji >i2j2l AiaJle jJ 

■f 1st line of treatment 4 /I/ immunoglobulin 

( Ajilc. (jLic. J vuii’uj Iguj 

^ ^1311 J=JI 4 steroid and plasmapheresis 

ABsl I 


✓ 


Physiotherapy- 


U W ' 


ff 3 *-} j' ffrr u*2^ 3 age of onset -21 A»2 

0*2*- 3 (Si* auto immune 

N-B- Any crania! nerve affection here is bilateral- 


/yiyoneural Junction affection 


Causes 

- /yiyasthenia gravis- 


- Organo phosphorous compound- 


- Tick-born paralysis- 


- Botulism- 



( OiiLiaxJl (jil J; (jlc sjS Jslj Jilj 

Duchenne myopathy 
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Jjjjgflt <J j.tttttttttu 

Introduction 

rrrr <ji ja 

® jjjS flTP -It (^11 <^111 Muscle -It Ij^jc UaI 

: iS’j ^t-»UJtj 

Skeletal muscle - Heart - Brain cells 


rrrr atpa 1 re'.’v* ^'j.' ^ 


glycolysis -It t> t&w flip -S' £ •• flip ^ glycolysis <■ mitochondria -1' j* generator <Jjt - 

f ljci 3 ji J\ Jikll £ UUj£j Jll U!5UJt J 
jjSI ls 1j Jj*J 1 iaLijj jjSI cs i muscle -It ^ iijijiu ^ 

U^aliu kidney -U £ jjd creatinine J! creatine - 1 ' Jjy^ •• u^t generator -jt - 

endoplasmic reticulum - 1 ' j* yy^t generator -1' 


rrr creatinine creatine -1' ^tjj ujUa 

endoplasmic - 1 ' '» pjV jSi Muscle cells -It cj creatine phosphokinase <—■' cytoplasmic enzyme ^ 

dystrophin carrier protein °-j sacrolemmal membrane -It t> f»j^a reticulum 


rrrrr Duchenne -1' t»a 

<& as .Y- chromosome - 11 short arm -1' - region Z - band -It ^ ->?■>“ X- linked recessive gene 

it is x linked So, common in males 


rrr Duchenne -i ^ ^ 

CjVbu^.1 3 

A lew mutation, turner or ?????? 


c/p 

rrr j^t 

••• Jjla flTP 1 tj J# creatinine -i'j creatine °- ^ CPK -It JjAj crabnormal uj& dystrophin -It 

(jalui 3 6 _jjI (jLiiA 

degeneration j^U^u/u Muscle fibers -It ^ flip ^ <■ skeletal muscle -It 

So, progressive course• <■ fibers 

Jl fibers jLic. j 

/au/er motor neuron lesion criteria : 

^r. <l^j-lt <■ UJeakness or paralysis 
Hypotonia & hypo refiexia 

UJhat about muscle state???? 

Wa ( fibrous and fatty tissue ) s-y^y 'Ay J" degeneration muscle -It 

tyl Muscle - 1 ' ( fibrous and fatty tissue - 1 ' J l-u^j 

Muscle wasting 
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J jlll jc. S-b j jab lg-a>aa iSjjS jx£ ^ Ig-d 4-UJJJOJ Jll flbrO~ fatty tlSSUe -II ,=b ajj JJU1 JJC. a_umij allLL-lutll (jx*. J lj.Aa.j j£l - 

Pseudo-hypertrophy (jloic. j 4 jLix_Ja ^jfU • • • 

Excessive fbro-fatty tissue deposition 


fff 4j) <U£US i_Ja 

as deltoid, triceps and gluteus /yiedius , culff muscles bbajj •• quadriceps bb*.i •• 

<Ul fiti auI j 


Ujjfr i_ijjjus jjc i_uuilj - 

s<3/77e muscles never to be affected 

as upper fibers of trapezius, sternomastoid muscle, clavicular head of pectoralis major muscle, small muscle of 

the hand, sphincter of the bladder 
<ul fifri /Uit 

theories ^ba jSI 

fHitochondria -11 l> ^H-b as-Hl flTP -II as-lblbs »<_£« flTP -II l> L 4 ba.ibia.li ig^ h - aib ^ ciLLiabl adljlu 

- A to autonomic or sensory affection■ 


Distribution 


Bilateral and symmetrical + proximal > distal 

jjSI flfP J) ^liaja sjyf CiiLblac. bJb T 

IttlttlttlAa, 4-aU signs cJ distal -II i> i proximal -I' >=ii LgjjSj 

Signs 

7- +ve slipping sign : 

jjjjjS jJlib oSic- shoulder -II adductors -II ifi bUx £9jbaa A_Lb u^j j-“ ia.lj Jxil ^a.1 bJ Ul 

positive slipping sign • • • -bli jb* • • • • Ab*ba »bc adductors -II jl b£l 

2~ exaggerated lumbar lordosis : 

j»|jll piiZj (jba ^fbiba buij 4b aba •• j»taV ^jjll aA.lilc. jl a_ialj aliilj Jab anterior blJ%J bljjll ” balj jjbu Lai liaa Ai.1 jll - 

fff 

s.'.abA Ajjji Aiixala Ab AaLblaC. jV £iiaJ b Lu a l l j- 0 jaa^a/La Aljiaa jaiabl Jaatll abii Aaji back -H alxlaj eXteOSOrS -II Cfi *4 “ 

•Ijjl jajjJ Laah AaaLlai ••• A_b j LS \c. Ls iSb *- *b Lai Jljlla ••• Aiaxla Ax.jaj extensors -II JbaJI ^jb Lift ••••Ax Jjaaj 

exaggerated lumbar lordosis bJla ••• Lordosis Lb ••• lumbar vertebrae -I' ^ ^ukllj - 

3- waddling gait : 

Jaj ^Jc. Jbala ^jjj (jaai ^xLa blj j] A.a.)Villa ••• jaaiL/l t _ s b. a aVij ••• a_aalj alailj b)^l oAa.lj ^■‘••‘•aij ••• Lai — 

IjjJI t^b. ^Ull (j-aillj 

^Llxxa ajj5 gluteal muscles -I'j muscles of the back -I' b/V • • 6* ls^J 

^jbtixa bjbbc- Ajia-^j jula ••• ^ Laia ••• Aija-Ja gluteUS mUSCle -H abc oJ ^Ijll lb IjA - 

U'>j Axjla ^buaxa l$jjj (Jxlai w u.jbba Aij*_Ja lg.ila.jj Ajjaj A-bali jlbx Ajabl Aabua t_g j Waddling gait b a—aax 


OOinging of the scapula : 

( 'ja3 ^U=>j l^c-lb medial border -I' ) 'jb winging of the scapula Abualt Lila jj Abla bua jl - 
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fff 4 J 

rhomboidus muscle - 51 is j isj^ Ijj t>j serratus anterior - 1 ' f-' t> medial border - 11 ^ bL.U ^llt U^c U^i - 

Jtl V Ijj ^Jll ... 


medial - 51 serratus anterior - 1 ' scapula J' Medial border - 1 ' pushing J«j ^ - 

lsjsVi ^ tjjl £jjj* border 

5- Pes cavus 4 /j/^/i arched foot 

fibrosis bi!lbaxll jbie deformity 

6- Positive Gower sign 4 

JjSfl ‘ Uyaj Iujj j»jV fjjb U1 (jijSlI <_Jja-S1 jla Aaitiba ^flcA muscles 

^jjxj tone ^ Jasu l _ r ajj La] IfrijjjbA (_,!]! Jjaaia jjIa d-ljfr AjS tSlJb j L/ jxj <Luiij Jjluibj jb*JI^ 


( © ASiuAj I jj i_&9j <llj| 


Complications 

heart failure <■ slajll -gV • • • • heart - 1 ' <* JV myopathy y;^ Heart - 1 ' J>> uA^'j - 

y'Cuk brain cells ~ 

So, may: MR ^ 20 - 30 % of cases- 
- Epilepsy 

jlIulL jI jili 1 g ^111 ^ ^jjxj Irritate ) casaAj billajli GuIa b^H 


Causes of death 


- H-F- 

- UTI t/ue to hypercalcemia »> so, repeated renal stones 

ffffff aJ 

Ca <& P/7 -M tooe gj u" osteoblast ^ Muscles ^ u”V 

as in rickets ““ fff “M Vj 


Investigations 


■S EMG ^ myopathic cytoplasm- 
S Enzymes ^ 

^ CPK j ^ 5GOT 3 ^ aldolase usj ••• degenerated muscle -2' i> c*^' 

U Muscle biopsy Fbro-fatty tissue- 

S Urine analysis -> f creatine & < 4«' creatinine- 

U ECG & ECHO cardie affection- 

U EEG & IQ ^ for /WP & convulsions- 

U Gene study ^ 

• AbU (jSl ^Jb ‘-hbb sjjlc.j prenatal diagnosis - 11 J* A^babi =- 3 Duchenne Joe. dalb 

U f)s the mother is a carrier ^ slight ^ in CPK- 


Treatment 
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- Physiotherapy + supportive treatment• 

- Recently 4 myeloblast transplantation• 

- Under trial 4 gene therapy _ 


UMNU 

7- 

2- Ba 

3 neurons <0 u^jc. 

Motor area *7 »JbM <|J 
id 2 accessory neurons 
salO ganglia 3- Cerebellum 

7- Functions of motor area 4 


7- Initiation of voluntary movement • 

L/YlN J* O' Aijlajl' sift (jlJii Area *7 biJlj' lit VI 4. 1 0a C . 0jajj (jla jaJI f |j| oulj jaJb jA 

iOeakness or paralysis ••• 


D/stribut/of? 


0 j% Area H O' 0^ 


J&\ 40sJt 


^\jHmb b^lb 4aaJ' <■ Mono plegia 

•■**■'j o-® 5 J* duj^l 4ia. jl Hemi plegia 
• uA^' ls^- L’L' J <■ Cortical para plegia 

: 4 jj*VI tjjjxa-Ull ^ 2 limbs O' j 1 <■ Quadri plegia 

7- May upper limb more than lower limb 

bi plegia ^ yOl' o* s V' 

2- Diplegia -> /ow/er //m£ more fc /700 upper limb 

3- Right more than left Or left more than left -> double hemiplegia 


fUjJlj 40*11 j AasJI b)J SjOaLa-Ol ugOll 


££3 AjIAj — ££ 2 . AjI$j 


rrrr Proximal or distal O' ^ j&t jfcift ^011 muscles O' igjs 0 Upper motor neuron lesion O' ^ isjj 0 

Ijul V djvLJaC. Aa9 Aj^LJaC. l.LnA> S^)!a3 Axj A \x>aC- shock SiyCt^C C-tjjl Ij-la.J 

loss of all fine movement ••• as small muscles of the hand & foot 

aJUO crude movement O' 


rrrr aJ ^ijj ui 

0 =0a area 4 o* distal 01 j area 4 & 6 01 i> s.bJj proximal muscles Ola motor area 6 01 U-Oc j) Ij-^j 
complete loss of function of distal muscles ••• area 4 ’-0 

But proximal muscles a 4 Area 6 JjVl 0® <-0*-0s' 0^ c3*00ba 
So, in area affection 4 distal > proximal 
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Area 4-H 4X1X1 4jjlaj]| qc. Iaj 

2 - Suppression of muscle tone <& deep tendons reflexes • 
a/7fc/‘ gravity muscles -11 gj _>iSl 4 _uIjII lsj 4X. (jijaX* •• <u=>x. a^U. ax I ilx suppression -II 'X _ 

l,j.;.'c. ^jlj cxI ^-llt XjXxmJI a]S jLu Xl ^il yt i aa^. 1 jlS pro gravity -IIj anti gravity -II XXx«.'l cjj *j jLic j J 

f Pro gravity -II ^ anatomical position -I' 

rr Aj^X (jjjl ^lil Aj| ^Sj Xxl uXl • • • 0 —-Vij iaq-X gjjjXj ji cl)!*—4- ‘-.a-^ 3 Jlla Xlljal ^ 

AajiUJl ^ ujSjj u^jVI ^Jc- -i«ij jjlc. xxl ••• Lower limb -I' “XIXI' -x=> flexors -II 

f X jiili jl jjSj (jxx jl *—ul (_k^ ■ ■ jux xlXj ^ic. Xia jj extensions Jl j •' flexors -!U 

Upper limb -I' ij 

a) Extensors <■ Pro gravity 

b) Flexors <■ anti gravity 

Lower limb -I' J* 

■S Extensors <■ oofc/ gravity 

■S Flexors <■ pro gravity 


abductors -I' adductors -U more suppression _x«x jU£j - 
f fcooe <& f ^eep tendon reflexes <■ suppression -I' 5^ /?reo 4 ^ 

gufc oofc/ gravity > pro gravity 

(Jsl A-ojlLall •• 1^. -LajlLa Lol foemi pl&yid 

Extensors > flexors <- knee -I' ^ o^SXlj 


extension -I' £x=.j J* flexion -I' £x=.j 4 jxI gXX <r 6^' ^ *^ 4 - 

A_o£Xs L-aLj i __lc Llia.jaj| jl upper limb -II flexion (JXc jUic ^Xa AjIIj . .. tf .b.; ^Xa Aja X jX Ijjj JjjS-llI x'j c> ; 

( Aollj ija.ljj j£Z&\ jjjl j (jjJjli ^LjIUIIj c>2&j ^Uxj AaS^laA 


J* uSI Xs//0cA stage -I' i> X jaj ^iX^i abductors -I' Cf- adductors -I' ij j^' tone -I' Area fl Xjj^ajl jl - 
W-^ 1 Ja-jl' ujI'_p- XX Ajjj.jaXt ajXj trunk -I' ij u^j W^ij lower limbs -I' xb adductors -I' u’V special gait 


So, circumduction gait 


AjaU 0=0 j-a oj jtjll aiiLX jla scissoring gait xjIIj^- xb ajXj para plegia »x -^Ij jlj _ 

w waa._; AiV A.jXj ^jXi 

initiation of movement -I' jV a£jXI Jji jjX Ui Xd XU J\ jc. hyper tonia -I' iij^ xjjX - 

c/osp knife spasticity .. xa resistance Xj Ula area fl <X=>j x- 


3 - Suppression to pathological reflexes 

UXc (ji« reflexs Normally j*j 

rrr <#j 

/?s Neonatal reflexes 

jjjSIIj 3-4 Xc Ls iiXj sjVjII ix j$iaj reflexes i/j 
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fff ^ui Aj) Lj <-ila 

jjj iftiih j (j^jj jUilUj maturation ^ Area 4 3-4 ^ o' 

suppression to pathological reflexes ^ ^ 
neonatal reflexes J'j 

: 2&7 (jj ls± 

7- /Voro reflex : 


o-laj j Sj^ A..n^k ^Jlc. C. tt.bac. • • w waA.li.; ^1 jil 

Ajji- u_£“ Area 4 oi <■ sub conscious level - 1 ' lnic Ul£ jSl 3-q x*. ^ijiu 

Area J Acla AXi ^pAsCX ( •• A.-sl-a Vj £tjlj (J^-a 9 Aja (JxCj oljj l>° Aa.lj Aa.j ^jla.^au Aa.lj !>Ha 

alx-o Ail^.^*_Q £f 

• A.jxjjiJ-a (_>o-o 6^3 A^nalj liLdfLiJj - 

2- Grasp reflex : 


I^SjjLo fjLi oAll Aa-la. (_$1 -Ltaj 

/*?rea 4 AjfLLaa <Ua tjiu •• (jiliii.1 La j]a Ajla.j £j|jj-a ^ia. 4 ~3 reflex Cj .4'i'VJ (_>Jaj_)ia]l 


3- +ve ba bin is ki sign : 


planter flexion (Jx-rvyi <■ scratching of lateral side of the sole of the foot 

positive Babiniski sign dorsi flexion lU*j ••• planter ^ u^ 1 ^ 


4- Clonus : 


A-^.1^. ^J\ JA± ■r-j-yu Muscle l?V sustained stretch -^Ls J'i cCUc. jl 

muscle spindle tendon reflex - 11 suppression ^ Motor area 4 - 11 ij _A1 

f (^4=- Aa.ij w il~aa^a j continuous contraction »JA' 

5- adductor reflex : 


adductor tendon ls^ medial border of popliteal fossa - 11 ^ lower limb - 11 ^ adductors - 11 Uiie U*.l 
^JlsJUa • • • adductors -N suppression Jap* area 4 ^ J u"> reflex - 11 normally aJc. cujx* jti 

reflex - 11 


; JjAj jJAj (Jaui La JS o^J 

Criteria of motor area 4 lesions 

1- Loss of 1 st function ( initiation of movement ) 

So, weakness or paralysis which: 

mono plegia, hemi plegia, para plegia or quadri plegiaf bi plegia, di plegia, double hemi plegia)... distal > 

proximal 

2- Loss of suppression of the tone 
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So, there is hypertonia (clasp knife, spasticity) 

antigravity > pro gravity 
upper limb 4 flexors > extensors 
lower limb 4 extensors > flexors 
adductors > abductors 

so, 

If unilateral lesion 4 circumduction gait- 
If bilateral lesion 4 scissoring gait- 
Exaggerated deep tendon reflexes- 

3- Pathological reflexes : 

Persistent neonatal reflexes as ( moro and grasp ) 

Positive Babniski sign- 

Clonus 

Adductor reflex 4 positive- 

area A cH ( 6“ Jl&Sl! js ^ Babniski sign is positive -1'A IB 


cerebellum -1' ^ •• area A -11 1 t* ^ 


2- Cerebellum 

functions -1' 

3 parts 

(J\ »^uAu physiologically Chj d^ili 


2~ Archi cerebellum : 


anatomically ^ idie <■ 

fff je fflotor area A -H cjUjLm 

<4ujc. Cut jl ^ Inner ear -11 i> 

Effect of lesion 

i—uaJI ^J\c. <— liaJU jSjSJ • • tjjl ^\S)i £3jA “Cajj jSaSJ (_gd_o J*J (jL«-il fflechanism l^A <_jLc. dljlj 

archi cerebellum -11 ypf drunken gait Ppf- o'j^ •• ^dl 

2- Ptf/eo cerebellum : 


animals -1' gj -j^y P Cp anatomically U^ic. (JjIa 6^ 

spiho-cerebellar 4- ventral -11 j lateral -1' SijP Cf- spinal cord -P J-aC •• muscle tone -11 -d deli %t.jlt 

tracts 

Effect of lesion 

Hypo tonia <■ tone -1' J* JSLd Jt gcc* • • paleo cerebellum -Jl j]j 

3eep tendon reflexes -11 j /Yluscle tone -H stimulation J^u cerebellum -1' ui ffff gUj yb 

frr sU) 

tOne A.^Qa-u^ AdSvlj AdC- L- Ajjj Aallc. ^Uaj -1^1 J 

I^a j ^jjdxaiLa (jluioc. (JLoJill ^Ic. tone (JjauI aJoa-g a_i^. ^>uiL« ^,1 j 

hypotonia and hypo reflexia ••• ffff %1= J' ^ dc»j lju 

weakness or paralysis JfP d • • • fff lower motor neuron lesion -1' deli quj 1$au c'j! 
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3- Neo-cerebellum : 


Functions & effects of lesion 


In human 


1.1a* 4 


L-blkj Ajj paleo Aik=_^ 

L*>iaajj Jjjjj area ^ iy neo -11 ■ 


rrr ^111 Ajj • • • dLuak t_jb£ll aJjUj kilia v-...ilk - j b~k.l~-a .i^.1 j • • JliLa 
jjj^j v_jU £11 .litjj tajjj a*jj i_iij£lt cjLojLtJl -li-ljA neo cerebellum -11 F rrr by 3 '-r j b£ll ^_-b. @ a^L^ Jji 

Auic. l-a 

Lbj • • AaLuaall jjki: L, fl.1g.ll -J.-r-a'; AbLkj b>° Abkj Jjlj 

7- estimation of distance : 

djlaU^l jj-iii ^ Abkjll si* ouo V Abkjlb ^jb area *f <_£•« jl 3 ••• estimation of distance ^ji _ 

either F~ dysmeteria U 3-^y b> (_A^ ajjjI bka k_>b£]| jj ^a-v b ll cila jl 

hypermetria -> ^ or hypometria ‘-^l Jr 3 or parametria ^>-V' ^b*. Jc 

2- Smooth mov : 


single movement i$ji £j A-Sj^Jb i ajV j • • babi*]! jj.ib .a*j blj^j 1 -ijj tub 


called decomposition of mov 4- A*Jasia bSj^la <_ j>j 4- area *7 ^ j& 

rrr i$iji j/i^i 


dys-diadokokinesia a-k^ ^ l^luu a^j^j supination and pronation lU=-I J^ 

ffff fLuj j* 3 ^ * Aj^j] AjJ l-Js 

bijli t^ 3 uylb-b l«^Sc.j Aljoxlt -kb b antagonist muscle -U suppression J«« cerebellum -1' jV - 

kinetic tremors W»~b A£^t alii ub^j tremors which is coarse 


- - nystagmus ^j Abuc. object cs' fixation <_U*y b»l ajjJ; ibj ALjac. JS jjaJl ajIS^II ^ojj - 

3- break function 4 

uldj ^jkojyi ~ 

Jlla 

k..:~s. AjS^Ij S^o Aiuuj JlJu Aiiiljaj oAj! aj ^jbxlla o^a Aja^ilj oAjl C-l.u*. eAi.lj ^bt-o JUj Aj^alj ~ 

4-Jjj 

c^V'n^lj AJiil) dijlj dljjl ^ jLuijl Clijl ^V'n^klj (jlaxll «ljl ^Aj LS* 1 ^ ^ L) - ^ ) 

A^Loij Ulx-a Clljl tiliS i" n^t.^ j ^sVn (JUj 

no ability to break <■ rebound lA^-Gj-kUJ 
signs 

4- equilibrium : 

deep sensation J' ^ lb 

^bu postural - 11 -^4=y jbk^ paleo-cerebellum -11 ^eep sensation -1' Neo- cerebellum -1' 

Sli. 

Aui ^jVu-u^q Ja^. 

^ JLuiil j (jjoxaiLo ^jU mc- (JLojjill 4u^.lj paleo- cerebellum (J^vi Lai 
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i-i-tou 4 . 1 'c. Lr doJ jLutll 4jc. 


O' 1 ' 


xoj 


a.s i!5Ult 


^\c. d j jlo ^jLuti] ij J^A 4aa.lj ^3-ic. l\j&0 -33 jla * * * , , \) l 3‘b.u.a -I^L 


deviation gait ^j^ 1 ‘4ad3' 3 J j^= 


fff drunken gait -33 on3 Ifrdj tjj*33 ^! y3a 
JailaJL jtjSjj ja.lj (_$j Ijjj JU^Sj jjxj i-a^u -ualiLi drunken gait -31 _ 
drunken gait LaU.* ifi **j Jai y-dal jUJl «^>S j3 V) J » deviation gait -1' 3-*' - 

zigzag gait W**d <■ aw^' ^ ••• aw^' mjj-" A/eo- cerebellum -3' j3 s-^ - 


4_uaiLdSl 

rrrr it3»j ^! cerebellar lesion »-be ^3j j3 

7- /Vypo tonia, hypo reflexia without muscle weakness or paralysis • 

2- Dysmetria, dys dia-dokinesia , kinetic tremors, nystagmus, rebound + 
gait disorder as drunken gait - deviation gait - zigzag gait 


Upper motor neuron -J' ^ jii 


3- Basal ganglia 
3 functions j*ji ““ ff ^ U 

7- Emotions associated with movement• 


rrr ^tjt 

rrr <JjVl associated movement -2' <i\ 



^g-lxJ I^Aj Vj Vj ^ic. CLil^uxj (jljJ 

exaggerated emotion s-3' t* js-3^ u^j 


( basal ganglia -3' ^ ^ ) AjJtjj jc. 4 ajU fLuil J*d aai ^ jjllt je aJbj 

533b C->* j' £j-“3' ^ o*L« </"*'*• 

(jilfrj Lai bid) 4_aUI ^111 iabLu A^lj •••• <LajJA A&lj •••• ilia hjJu jlslej Ailj jl ji 

( »b3e basal ganglia -3' ) 

C - associated movements with speech : 


i»l£2u ibilij doji djab •• die. uiuae J*aaab associated movement -3' u'-Aj 

Effect of lesion 

associated movement jUSj disturbed emotions W J basal ganglia -3' ilsAa ade did - 
Ljxjj bijada SLaij jjj j jejj 4dajVI aLai bmll dljal chorea Ude bmllj CiL Ude ^Sfl - 

2- Suppression of basal activities of motor area 4- 

basal ganglia -3' <-iiLlaj <y^a (> aJ 

rrrr & 

Jlla 
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V ••• area 4 M >4 basal ganglia •• (©) elis ■ojOal ^11 j£ Motor area 4 L- sli^Ua ^ <-salj uj^ 

La V 

///r CjIaL^. ^ ^AiLa S^-Jal^-a ^ jl £-a d_ialj ^jjfLlJ ^J3 ^joA-k^a •• AjI 

<3j jSu cdlj£ /?asa/ ganglia J ^ «l> ^ A^oaS jjlc- ji 

Effect of lesion 

abnormal movement » ^ uA o- activities - 11 'A basal ganglia - 11 ‘-AA J* 

rrrr ^oi 

) l^jaj a£^x]| ^jl l^j area ^ dt l>° ^Uaj • • • Ig.ii^U^a ^ <Uat j chorea tA.ijc 4jL*Jt 

^ Ia^jaO J-^J-Yij l^jts ) Aidl jjlajj ''" C cortex dU 

■dL ^jjj.l~s.l.J < a Ig-al^l ^lll (jLLiC. 


s/eep-" ^ ls^j excitation dt ?-* ^Jh ls^ ‘AjAIj 


idd-A fjdl t> fda Ais ••• abnormal movement WA t> asthetosis dl u^j 

Twisting movement in extremities •••• jA J* o^ 


twisting movement in the trunk <■ dystonia CP& 

^llLa Ajlusu TTTTTT U-J^ 3 (jLa£ U.lic.j 

3- Effect of basal ganglia on tone 

basal ganglia dl i> <*li> ^dll Mediators dl yA o-j 

ft cetyl choline 4 _As 4 stimulation• 

Dopamine 4 suppression of tone • 

uA*V' jjj uj'A “A u'V fcppe dl control AA 1 ^ basal ganglia dt y*A=dl yd 

aK/j-o'I <Jl).i=o ^ £/■ 4^ jjjjjVl jJJ jii. ClU^. tit jSl 

Effect of lesion 


If lesion ^ 4' acetyl choline ^ hypo tonia and hypo reflexia ^ as chorea- 

If lesion 4 4 1 dopamine 4 hyper tonia and areftexia 

cog wheel j* lead pipe <■ rigidity <A >d' JA A 5 ' motor area 4 dl ocli jc. 4iii^ 

JjL _k. i-y±y> resistance - 11 <■ /eat/ jp/jpe - 1 ' 

^jlat lilij JjL ^ (jX« resistance ^ wheel -M 

rrr ^ tone -2' o' areflexia 4J ^ 

reflex - 11 JdJld jj-lo flexors Knee 3 ^ agonist and antagonist ^ Jlc. fca^e - 1 ' u'i 

- Rigidity more in flexors and adductors 

& shuffling gait <■ short steppage <■ Ajjlaij ^ ">.1 5 ‘-* 0 ^ ^ parkinsonism J' Chf- ls&-^ 

4- Coarse static tremors 

p jOa^a IXl) 


Cerebral palsy ( CP) 


Definition 
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Central motor neuron deficit 
^ iyiit central neuron -it ^ 


Motor area 4 , Cerebellum or Basal ganglia (BG) 
brain -2' ‘jeli growth -1' <^4- Post natal j' natal j' ante natal defect -it 'i* - 

(> JjS P u jH <0V manifested early in neonatal period CP^J ~ 

centra! motor neuron JjS' CP& CP*P HP JHi 
7- Ante natal, natal or post natal 
2~ Manifested early 
Etiology 


7- Ante natal 

motor neurons -it - 

•*' *t-4 u! Infection - 11 P UikU* STORCH infections Jt <■ M*- jP -7 
fff V Vj rash CP 'i)j *U2i fever 1*1U d' ff JUma 

drugs or irradiation P J«Jl *t-d teratogen cP* -2 


Hypoxia intrauterine J! Gpi CP* -3 

jjlt i$ j jto '•s-jc-'jj circulation -it Ji£ lP placenta J' i> '>?■ - 

ffff V fUiii J* (•VI JLuua 

or f mother pressure* placental insufficiency - 
P Toxiemia of pregnancy 
ffff H Vj CP 'j' JU4 

Jj* 1 ' brain abnormal metabolites - 11 <■ J^- 11 P inborn error of metabolism j' - c i 

by exclusion - 

congenital anomalies in fetus brain jt -5 

by exclusion 

2~ Natal ^Vjit 


ft - Delayed delivary 

J»W' j' P 4- (3Pd true uterine contraction -i' ^ - 
alalia., placenta -it l> Jj*it J^aiu oj contraction -it jV ••• 4x.Lj 72 cP** tjltij cAeluj 6 cf- V Sjaalt ^ajjialt- 

cerebral anoxia 4 - brain cells -it _>«■£ cP* P hypoxia -it P p pP. U JSa ^ hypoxia J! 

cause hypoxic ischemic encephalopathy 


B - Birth injury 


intra crania! <i-«j P-^ •• gift forceps jt -iatiJu oa4j 1jj*j l> cAc-La Q Jl Jja -djjj jAc cip jjjS- 41 ji - 


hemorrhage 


3- Post-natal 
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neonatal period - 1 ' e*' 


A - infection : 


as meningitis or encephalitis ••• infection - 1 


5 - Bilirubin encephalopathy 


neonatal jaundice - 1 ' Vji Jluui 

(j]j * * 

exchange transfusion u'j •• ^ 

bilirubin encephalopathy Jj 5 ' u 1 -^ pjV 


C - /May neonatal hypoxia jj pneumonia 


D - /Metabolic disorders -> y 


£ - Intra cranial hemorrhage 


Clinical pictures 
fffff CP -il Aj| u 

7- Spastic type 4 mosfc common ... 75 % 

fff <j| Aji 


= /Motor area fl lesion 


7- weakness or paralysis 

- mono, hemi, para, quadri plegia ( bi, di , double ) 

- Distal > proximal 

2- Hyper tonia 4 clasp knife 

more in anti gravity & in adductors 4 scissoring 

3- Exaggerated deep tendon reflexes 
A- Pathological reflexes: 

- grasp, moro ( neonatal reflexes) 

- Positive Babiniski sign 

- Clonus, adductor reflexes 

2- Ataxic type 4 

Hypo tonia AjS d-iJc. cerebellum - 1 ' ^ aKAaII 

Dysmetria, dysdiadokinesia ...-others -etc- 
fffff Abnormal gaits 
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3- Extra pyramidal type CP 


basal ganglia ^ Aj£*iaJI 
IL JbUA 

7- Emotional & associated movement disturbance 
2~ Abnormal movement ( chorea, asthetosis, dystonia ...--etc) 

3- tone 

© IL Aijit Cul 


Atonic type 4 

Unexplained type — lesion ‘-“J* - 

exaggerated deep tendon reflex sever hypotonia - 

jJc.1 ffff aJ 

sever MR <baj - 

<&1 fJT Aol jAjj 


5- Mixed type• 


Criteria of CP 


rrrr cp »j a JjS' ju\ 

1- upper motor neuron lesion -> uAs <0^ 

2- normal sensation -> 

3- Must be antenatal, natal or postnatal 

^ (jjVujj (Jjl oL-aai ^ ^ill Ajvliill ^ 

A- other associated manifestations as /HR, deafness(especially extrapyramidal type), fits 

CP is Non fatal, Non curable & Non progressive disease 


Degrees of CP 
Motor -II '-*-**■ 


Class one 4 no motor dysfunction• 

motor dysfunction - 1 ' ajcLL severity - 1 ' °a£ yA'j 

Class two, three and four 4 (mild , moderate and severe ) ■ 


Investigations 

1 (jUic. IgJ jliA 

fff 4 j) lAjU^l mentality -11 ufljJb ^a aJj !Q •• t ^JLa 4JV ^JuIaxIa Cuj L ^£1 


••• audiometry -2' lA*' jAjjj 


fljA Ajj flA j£ (jjAsijj tliiui&jl lAVI^ bU-a U! •• (jiiij La JjSj ^frjl • •• " A_aj£j LLj" AH j 1 "**« JJaSaSI (j-a Ul (jjs Abil 

• • • • A^LaaAl • • • TLb- ^jjjL^La Saj^^]| JjLa£ j • • ^jjj^LlLuu£1 La b^l AS^-a jj-aj 


L^jIjAj (j -a bufri AiiLaaJl VI . Aj < jKii iu fljA flA j£l 


Treatment 
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- Only supportive treatment as: 
Physiotherapy, auditory aids ...-etc- 



NB ventricles in brain -> 2 lateral ventricles , 3rd ventricle and 4th ventricle ( cerebellum ) 


jjjla £ 3 rd Ven t r j c / e yJi Lateral ventricle -2' i> jLateral ventricle -S' choroid plexus -S' i> ^SSbj CSF -S' - 
foramina 2 lateral foramina -2' &J 3 cP brain -2' i> oi^ 3 / fth ventricle -2' <j-S' aquiduct of sylvius -2' 

brain -1' t*S-!' sub arachinoid space -S' <j-S' J^S CSF -S' of Lushka 

sub -SS CjJiforamen of magendi CP 3 spinal cord -S' ljS-S' sub arachinoid -SS jSkij - 

arachinoid around spinal cord 

555 cr 5 ' 5“^ sub arachinoid space -2' ^ brain -S' ui-S'^ t*S' &JJ3 SPC -S' 4j'-$-S AaJ CSF -S' - 

CSF -SS absorption arachinoid villi '4 A “' 4- superior sagittal sinus -1' J-^aSLi' ^ 

right side of the heart -S' <j-S' £ superior vena cava <j-S' £ IJW <j-S' £ 

* \ U HlQ \ .JllUU 


Hydrocephalus 


CSF -1' cjS-1' cjULaJl Ajj jii cr ix4j ji hydrocephalus -S' Aj) 
either Inside or outside the brain ?? 

Definition 

So, Hydrocephalus is defined as ^ CSF inside the brain or inside and outside brain • 

causes 


ft - Non obstructive (communicating) Hydrocephalus: 


1- Bxcess secretion or production of CSF 

Ailii A^sJli ••• 2.00 CC -S absorption 200 CC £U=uj Uaje. LbJ jV 

200 CCdl absorption 300 CC jSku ^ 0*S 

2- Decrease absorption • 

200 -S' WO CC 0^3 200 CC ^ 

B - Obstruction • 

8.1^1 J tSlut a j l^bu 

ft- Hon obstructive ( communicating ) hydrocephalus 


7- excess secretion 


fff JjSjj AjI choroid plexus -S' i> - 


7- congestion choroids plexus: 
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mucosa -11 ^congestion ^ Ujjc. /flucous membrane -1' csj congestion '-fcja Juaa. CxiH *01 Jtual <jji 

4^aSJ| (_yij U$i excess secretion of mucous 
ffff congestion ^ J^aaj ^1 

7- CNs infection -> 

-as meningitis or encephalitis or any inflammatory reaction -> choroid congestion -> ^ CSF ICT 


brain -1' ^ ^ edema <- 

^ra/V? -1' t/S inflammatory edema fff f /C7" ^ meningitis -1' ^ dJUu 

CSF secretion ^ choroid plexus -1' ^ congestion 


2~ may sterile inflammation called meningism (meningeal irritation) 

but no organism ( ^-uaiJI ) inflammatory reaction toxin -1' 

2~ pseudo tumor cerebri : 


CSF -1' »-%j u! IjiwjSl t» aaJ brain tumors 4j' jjjSli 1^315 manifestations of ^ ICT vh di J 


ICT-l'i sJbjl { t4 Ujj lFjHj 


Causes of pseudo tumor cerebri 

7- Hyper or hypo vit amino sis A- 

2- Hyper vitaminosis D- 

3- Pseudo hypo para thyroidism 4 

Bnd organ resistance — receptors -1' gj AJSAaJt jSl JJa J^para thormone hormone -1' 

fl~ Expired tetracycline (out dated tetracycline)• 

over dose dose -1' lS^ 'jj u^j 

5- Adolescent obese female• 


^lc-i <UJ1 fff CSF -1' ■Ijjjj (jj JS ,_ji j 


3- /flay tumor as papilloma from choroid plexus 


2- A/ absorption 

ffff 

555 - 11 Ls - 31 >-» sub- arachinoid - 1 ' ^ superior sagital sinus - 1 ' absorption - 31 u! ^ '-“>■! - 

7- may Anatomical defect ^ 

• CSF - 31 Jw^ l&a absorption W ' 3 ^^ gA- 33 555 J 3 jj CSF - 1 ' yr- 33 -^- 33 ^ su& arachinoid space - 11 Si~= 

ffff ggQ! 

A - Achondroplasia -> shallow post• Cranial fossa : 

posterior cranial fossa - 1 'jcerebellum - 11 cerebellum - 31 '•*'» ^ posterior cranial fossa 3 «^' yj - 

J&- ^jU -u* * _> JL cerebellum - 31 shallow J** fossa - 31 ^ curve - 31 u! sub arachinoid space j* yr 3 - 33 space 

ijuiaA Post fossa - 31 
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shallow ujSju Achondro plasia -It A <a AH o _j JJa <ji£* jja gJ-il «■ ja-ll 4" CSF -it oj jj=-it <■ ' _ 

achondroplasia - 11 A large skull - 11 Jj' »-j hydrocephalic changes post fossa 

aUI jjj large skull c_i±uiJI 

5 - Arnold chiari malformations -> (meningeocele or /Yieningo-myelocele) and Hydrocephalus 

rrr j-it 

( s>SLu ifcjk. J^) brain -it u£j ^ ^ ^JJI foramen magnum -it t> spinal cord -i' '-H - 

C5P Wa <^a- 

Downward displacement of the brain -Sij^ tjLL^ cerebellum -i'j Brain -it jj& l»l JlikUl - 

5TTT cgjjj AjIs 

foramen magnum -it uhj £ra />7 -it J^sub a ra chi no id space -it j' li^y* - 

A* CSF -i'j spinal canal -li C5f -it A J-it ^ foramen of magendi -it u! '-'^b - 

( ji^it j»c. U jSj •• foramen magnum -J' (> •• ^t^ 5*C -iJ jj'jj j\) 

pressure^ j CSF - 1 ' < 3 ^ ji Jjiiu s ^b arachinoid space -it yji^ — ^ o^jj^-i'j 

spinal canal -it u^-it.^- 

W-i-^t vertebral body -it u! t-tij-i^ embryo - 1 ' A intra uterine period -it J* H>jc. Ual sJa - 

( JUuij ) (j/n^k 

post arch of -it yrijHj^j tj^j neural tube -it uJ-i'_p- Ijj i> Post arch -it £ • • body -it uAj anterior e'-' 'j^ 

spinal foramen -it JAA the vertebrae 

vertebrae -it i_A*j J=^a • • _u=^ posterior arch -it ^ 4 «j pressure -it Ujj Uj U* - 

Spina pifida '•aj^* 3-3 <ij“-« uA t j j i> jSl •• ( laa body -it oAA A'i ) <ij“-« vertebrae -i'j 

liA j- herniation CSF - i'j ^s-i^ pressure -it cA-^j - 

■> Cause cystic swelling 4 called meningeocele • 

I*# Jjlj-j ut^-i' jA Lsj° uj^ /Heningo-myelocele spinal cord -it '■&£ ^ jij - 

yri-it spinal canal -it A secretion CSF -i'j CSF -i' A jllc. 3 - 

tjSAj 3rd ventricle -it Pressure -it -jJh Ath ventricle - 11 J&- back pressure AA. t*^ i^i ' 

hydrocephalus <■ o-'j jA 

© otj*-it oA‘ ?yt hydrocephalus ji ^Uii Arnold Chiari malformation ls-^j 

2- /flay not anatomical defect• 

( ^j ) CSF -i' tH pathway -it A sub arachinoid space -it 

rrrr <j! 

7- 5uit> arachinoid hemorrhage and hematoma 
2~ Sub arachinoid adhesion 

fibrosis t**j meningitis -^'j - 

3- Abnormal metabolites as in muco-poly saccharidosis 

3- Sinus thrombosis 4 in SSS or in lateral sinus- 

555 -it gj gr-itj-it-; Jcj Pressure -it ^^t lateral sinus -it jij • • absorption -it ^ thrombosis - 

lateral sinus thrombosis cochlear disease A j' cholesteatoma ^-'j 'j Auditic hydrocephalus -it ls j - 
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Non obstructive ( communicating ) hydrocephalus ^ absorption j f secretion 

rrr aj 

(jjjkJI patent CSF - 11 ^ Pathway - 31 uV 

(jA pU) Hj AJUJ) AC. It JiJ 

B~ Obstructive ( Non- communicating ) hydrocephalus 
: lsj A 4 . w 3.Ji c iiaJ t obstruction ^ Jb' * ^a Jt 

7- congenital stenosis or atresia 


a - Foramen of /Monpro- 

Congenital stenosis or atresia ( UU3 Aj^sla^) 

b - Congenita! at foramen of magendi and lushka 

Congenital ^ Dandy UJalker malformation 

4th ventricle j* Pressure - 11 ^ jj£j jSi magendi or Lushka Jl jljLuijj j\ jl - 

Dandy l/Jalker malformation W Sj# °Ajc Occipital area - 31 Jj*- * 2 3 * * * 7 ' Jjj cerebellum bl ^ 

hydrocephalus with marked occipital enlargement <- 
c - Congenital at aquiduct of Sylivus • 

w °-j forking zigzag shape ^ aquiduct of Sylivus Jt JaJ ac-j^JI ? jV wiU=bu UJ Aik^, luc. U=J - 

obstruction - 31 

- 3ai - J =y W 1 ^ j' J j- JU»JI ojc jSl Aquiduct of Sylivus - 31 Cf- bl£ b-iic. vein of Galen uj^ u^j - 

Partial obstruction ••• U-wjj l$Jc. 

2- Acquired causes 

As space occupying lesion as tumor, abscess, hemorrhage and hematoma </' foramen AabJl 

3- congeniata! infections STORCH 
toxoplasmosis -Jl <■ gliosis <■ congenital infection - 

Clinical picture 


A - Before closure of sutures & fontanels 


A_uJ A a>.siC. 


7- f f f skull circumference 


2- widely opened fontanel : 

bulk ( u^ajj Ajw j TS kc. UUj Jisj 7*5 Jssj 6 JSj ^ ^>5 Ajc. anterior fontanel bl 

SjV jJI CliSj (jl£ ^Ull cj^ 

• JaLll jib ^JJI rickets - 31 yb delayed closure - 11 called widely opened fontanel 

birth diameter b' l> diameter bl b* 

Jl jw 

5 csjbj oj anterior fontanel blj Ajw oj^c. Jjc cdljij aJ jJjJI iiulS 

Enumerate causes and discuss how to diagnose one of them ?? 

i o JI>JI ^ 

delayed closure o4j widely opened - 31 A-bL 
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liA <_llloiVl3 


Hydrocephalus, megalocephaly vj ^ u' Sj-a.U aJI »••• 

3- still opened post • f* 

• a^ Posterior fontanel -1' u 1 -^ 

4- widely separated sutures: 

widely separated jj£a <■ sutures -1' 

5- scalp: 

dilated and visible o3&i scalp veins -II jUSj ^Lu a J l <> Stretched skin 

6- craniotabes 

• ^jC. AixJ ^jJax il uV ^ ^ C* lVl .11 

7- Direct percussion on skull bone 


dullness resonant uj% ^ u^l stony dullness u_& o^j>«-1' 

/Wae Bwen's sign ij* <_£« ,^111 jUc. resonant 

<?- trans illumination : 

AijiJl ^Ilij anterior fontanel -1' J* torch aau 

opaque megalocephaly -1' ^ differential diagnosis °-3 ( al^Jt c_sj <_We J sj« l$l£ -Ml ^Ij 

fcraos illumination i-s-M ls- fcorc/z -1' aac-li ajWJIj .. 

9- U/alker malformation 


10- Meningocele 


11- manifestations of increase ICT : 

(cry ) -Ki^vi. 1 -ijJla ^ ICT ai.iola manifestations -II jz-’^"' A-a*- 0 a-?- j- aaJ j&j a-IM- ^UaJt 

( ( ylia jtjJl So, late ICT -II ^ sjUjJt aa h MU. jU anterior fontanel -II i-“ Ja luv 

^c. liaUJ i^uOjQj 

12 - Bye : 

upper part of the cornea is covered by the eye lid- 1' ^j.^ - l l ^ - 


// 


lower part of corneal not covered by lid -l'j 


Sunset appearance !■* ls^j lower part of the cornea is Covered by lower lid lu 

fJT II 4j| 

l^JUi ‘ l_u^ ^ia^jla 

~aSfl Vji 


£)& c-j e y e brow -II Mia occipito-frontalis -U stretch Jm 1^1 skull -I' u! 

LaS 

jJa^Jl M. jikj M “ua Ls iu U]j (fat) Phospholipid if- » j4° brain -I' u' 

rrrr ^ i*-j aji^ ^ ^ 

jjsl ojpfc/c nerve -I' brain -1' >1=>j inferio medial surface -I' i> globe -I' Jab optic nerve -I' u' 1-U' 

aMl globe -II MLj 

(^jaVI lillii 

tentonrial supra cortex -I' l) ^^ S-R- -I' J* ^1 nucleus -I' ^l-l^j squint -I' yO a^lii aidla 

airail jjaJl aid //^ Jlj SR -Hi (compression J U uj-aaaa 
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B - After the closure of the fontanel and sutures 

T Farly manifested with ^ ICT • 

2~ Skull is not significantly enlarged • 

N-B- f ICT 4 projectile vomiting■ & It is a good sign’ 




•••• Good prognosis jjj£-*22 Ij^jjj £1^-21 <> fli j-iLs <JSf 

0*2 intra uterine period -SI <j£ hydrocephalus -5' J* J^bJB 


Investigations 


7- Skull X-ray • 


2- CT or MRI J^Vt 


SjjSi <jiu» (jSJ hydrocephalus oj^i 6 s " sJ 4>2l 


rrr obstruction -2' <As^j •• ffff v vj 

o'- 2 3 4 * * 7 * un^JI <^jajftj dilated foramen of fflonoro -II <A£j* •• lateral ventricle Jl ^ 
3- Positron emission topography ( PST) • 

anatom y-2' ^jaj •• /77/?/ -21 <> jjjSj j^ji »jj-a 

Spectroscopic P6T 4 


function$^3 anatomy 

5- Ventricular pressure monitoring ( CSF ) 

Progressive or stationary 


6- Serology of STORCH- 


Treatment 


rrr v Vj a^i^, j ji 

Jiusfc medical treatment m/Vi/ or moderate j 1 jjSJI 

7- /Hediacal ttt : 

3 lines lA tr^jftj 

qa j£\ Alik] j]j 

7- /s fc/zere is a cause treatment of the cause 



2- ^ secretion of CSF 

salt restriction <.£ ^2aJI JJ&i Llil Jjjla je - 

- Carbonic anhydrase inhibitor ( Diamox ) 
choroid plexus -21 ^ secretion -21 J2Sjj 
-Give cortisone in congestion 

3- ^ absorption of CSF 

blood vessel Ij*. osmotic pressure -21 Jjjj 
Give mannitol ^ osmotic pressure in SSS CSF absorption 

2~ Surgical ttt : 

Ijj-iSj ,_jS IjilS |j| neurosurgery -2' <-ij.iia.ift JjIc 121 La jj cjaimVit La j2 

7- Surgical removal of the cause 
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2 - If choroid plexus , papilloma 


diatheramy cryotherapy J-«*Sa 

3- If abscess or hematoma 

Lateral ventricle -Si i> shunt J^*S ^ ‘SlSjSij 

fff AjU I^-S^^Sa ja shunt -SI ^Sa 

a- Lt• atrium ( ventriculo-atrial shunt ) -> but may cause LSHF 


b~ to pleura : 

•• respiratory distress '-SSa.-iJ 6 s " jl Jil^a ^ d£S ventriculo- pleural shunt Lg-**-' % pleura -SI; Lg-Sj-aj ‘SS-S'l 
inflammation and fibrosis J*^“e (jSu jlj 

rrr i_ja 

c- to peritoneum : 

Jjjjj <SjS= jj%j j*j Jl>!1 u! ^Sia Ijjil jJjj ventriculo-peritoneal shunt ••• peritonium -S1j '-$-S*jajj ‘SS-S'i 

Lf jxj Ajuj) j J*jaaU) wijJli aA2 AjjJi j£ i_j £jjj jaii jSaJajg.3 j*aSjj shunt -Sli 

c/- fco cisterna mayna : 

cisterna mayna '-$-S“ a Ji ••• Ventriculo-cistern a! shunt 

c i- Obstruction of foramen of /Ylonoro »> third ventriclostomy 


Complications of the shunt 

1- Obstruction of the shunt- 

<^S*j »ji 1 ^1 Auuj j' ( cjSjj ) flSul Lgja shunt -S' lA" 
2~ infection ^ meninyeo-encephaiitis 

alSjll jjj luu aJj 

3- Brain dysfunction 

Lgu £jjj jAj jaJt fl2i Jjaa-u aJj 

c i- Thrombus , arrhythmia ( on heart ) , Focal ON ( peritonea! sac ) 

5- Acute shunt failure 

shunt^\ JSae AajIi £a.jj (jilj&VI 


(juiaJI fLullj AIaI'j AajJl ail AjLaJI ajJaLa^Sl Jj) aUjjA Sajuu f JJati >"naiK a j<>iK «') 


£f 5 ® 4 _jI. 1 i — Cf-Cf AjL^J 


7- /yiacrocranium 


95 percentile i> jA j' + 25D (> jA skull circumference -S' a! JjV' - 

skull circumference -S' U»' - 

35 jLlaU oS$^1 \ -lIC- Z 

^ cf-2 ^ jjgl 6 Ajc. ■/ 

^ q.Q jgl 72 ajc. y 

^ui t-iO ^ (jajjji 3 Ajfr •/ 

^ 0-5 cm every year uA- 7 <j-S' 3 6 “ i> ^ 

^ (9-25 cm eyery year ^72 7 6“ i> V 
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Causes of macrocranium 


h ^ size of bone itself ■ 

2 • Or ^ intra craniaI content • 

sA&lj J£ i_iI jlbu 

7 - s/ze of fc/7£ • 

medulla in between ^As outer cortex and inner cortex i> skull -S' bieli flat bone -S' blit Ua.1 

ffff bone -S' (i'j^ 

a- f /yiedulla : 

(brain -S' '-fiab ©■* Inner Inner cortex -S' outer cortex -S' ci>A •• A- 5 ' <^a medulla -S' o! -S'-***! Jj' - 

skull circumference -S' ajjjA 

rrr jjs 

chronic hemolytic anemia -S' A 
-> Due to ^ activity of bone marrow 

b- ^ cortex : 

j'j <^11) jA cortex -S' u! •• ^'j-S' JUS^V' - 
jaUU (> jj£b cortex -S' - 


osteoid tissue Protein part • 

/Vlineral part • 

/Vlineral part -S' ©J jA Ca- p/j Ji <j! bSjSj 
excess osteoid tissue deposit -SI suppression J ■**& bone -S' JiU Ca -S' o! bSA$ 

rrrr cortex -s' cs'jv® 

7- protien part 

rickets -S' A ±3*3* j* b> <|j > 4 ^'j AiUgi •• -S' A A-St Co -S' o-aii <b*jli <- 

primary hyperphosphatemia -S' A jA U •• ph JI »Jbj Aabij ji <- 

rrrr ph -s' ©^bj ^ ?3y “" ^cS'J) 

ratio -S' b-iic. lb .1 <jSf - 
Serum Ca / serum Ph ^ fixed number 
stones jUift •• M •• ( t-f-0 u ) fl-5 Cfi V 

JL p/, JI jj V Jlj ?J *uJUJ' jlj •• JL fj*-JUJ' V «- Jlj PA -S' jSa 
^AJjfr jjIJ Ph -S' tjS-S' (jJJJli - 
Bxcess loss of Ca -> ^ Co in bone 

protein part -S' A ^ “A oj%j •• osteogenesis imperfecta -S' ‘bV'-* <A <- 

2 - mineral part as in -> ^ thickness of the bone 

(/Ylarble bone disease ) osteopetrosis -S' csj biVla. A - 
Atlkb osteoclast -S'j •• Ca -S'j Ph -S' osteoblast -S^ •• osteoclast -S' A o©ij - 

cortex -S' ©Jbj •• <Ujiblli 

3- familial 

sj£ Lgi£ AlaJI (jl ibJbJl Jbu&V' 

2 - *t* intra crania! causes • 


7- ^ cerebrospinal fluid CSf • ... as in hydrocephalus • 
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2- ^ Brain size • 

fffff ^ Iijaft A 
U] b 

a- increase number of cells 

b- increase size of cells: 

j* t» (|j •• megalencephaly cr 4 ^ 

7- /77P5 

mucopoly saccharidosis (/HPS)-^ 
fllPS Jl ^ A£.LsJ jA 

C5f -Jl £1% absorption -1' •• sub arachinoid space -1' ^ mucopolysaccharides <ij Sfji 

s/ze of the brain -It Jjjji •• brain cells - 1 ' ^ q<m Aj) .. LuLj 

2~ Achondroplasia 
achondroplesia -S' ^ j* t-» jjj 

j J j; sJ j 

Vji 

Shallow posterior fossa partial obstruction of sub arachinoid space by cerebellum- 

Lul$ 

/Hay ^ number or ^ s/ze of tAe brain cells- 

3- Idydranencephaly 

- No cerebral hemisphere but 2 sacs filled with CSF 

Caesarean^j^ UJlcj lia. SjA AAj jiji sj jJjJI 
brain stern^ ijjjjm <j£jIc AJV ujjaij ALla GleLui 
A- Sub dural effusion or hemorrhage 

hydrocephalus ylt IgJV A^jV 0 & 3 I 4 cs-ij 


2- /Hicro cranium 


l)!>“ 

sAu// circumference -S'j AA aSj 

( A6 CxsPa AO 

j£jl 

micro cranium -S' ^ ^ 

3rd percentile -S' i> Jsi j' -2 SD O* J*' cs-^ ^ *lSJlS 

causes 

7- microcephaly: 

4a s/ze of fcAe brain A^ jl«c. JJa _>AJI jUic. »jA^ AAj 
rrr ao! jLua brain -11 

/Hicro cephaly 

(cerebera! palsy -1' ) CP -1' ‘-'W*"”' ^ IfrAAj 

ffff aj| ua, <^1 
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( ®JV>Sl a*j post natal + ^ natal -S' + ®JV>!l t#SJ' ante natal ) 14^ 

+ 


fLuii 3 

7- Familial I 4 IS 4 laJ| 

small brain with normal function LI* 

2- Chromosomal disordes -S' uVU. <|j Down . j-S'j 

3- Fetal alcohol syndrome 

AiLaJ jj sAu2 •• a] jll tS-1 U 

Clinical pictures of microcephaly 

-Small skull • 

-No manifestations of ^ ICP ■ 

-Farly, fontanel is open • 

CP -SI (ij uL F a j 


2~ early closure of sutures: 

cranio- sentosis j' cranio-stenosis ulsa sutures -SI Cp2& SjU-a gUaJI - 

one or more JJ' 4- cranio stenosis -SI / 
pre mature closure of one suture 4- cranio sentosis -SI / 

14^^ line of growth -S' 4- J% US sutures -SI u^jl* I-UIj brain growth -SJ u'-^ c o^'j-S' l-SUc. LU.I 


sutures Jl 4 **^ skull -S' ucUj bone -S' - 

So, corona! and lambdoid sutures ^ ant-post enlargement of the skull 
Sagittal and /Yletopic sutures ^ ^ laterally 

ffff cranio stenosis -S' ^ c*S-S' 

C/P of craniostenosis 


7- abnormal shape of skull: 

J^l tjSS' sutures -S' <-»«* tjSe 
7- sagittal 

4 jjk« ISjj 4 - Saaa JjSaJL jU jAj (>sj*-SIj jj£Sa (jSU o"i>S' 4" sagittal suture -S' o! UJaj 2 al - 

Called Dolecocephaly 
2- coronal 

jjSI (j^ 3 j*-SIj jjSjA jJI •• JasjI (ji 4 ^l-S ( _ y lC' coronaI -SI a^Ij jS i_Ja - 
Called Brachy cephaly ( bilateral coronaI suture ) 

3- lambdoid or coronaI (uniat-) 

( Unilateral ) ^ J“j' coronal suture -S' »aSc aa'j jS uSa - 

( 4 _^iLala_SI Slalc. S ulalU jjc. ) ^jjxa 4—ij Jk£ •• SaaIj ^Sc lambdoid suture -S' ji 

Called Plagio cephaly 

anterior plagio cephaly 4- j»'J' t> ja fUauSUI j»JP 4- corona! -S' ^ <Si*UJI jl 
posterior plagio cephaly 4- Saaa Ijj <y» JLui, fliiuUI 4- lambdoid -S' ^ jlj 4- 
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4- metopic 

fff tjU' j* metopic suture Jl i_Ja - 
^Ul Pointed & ii« It tfj Alalft jjSjj AeLaJS jA jAj ^LJIj jAiA (ji« (*' J ' £>* ifhi 

t>“i j trigono cephaly Called 

5- Closure of sutures in lateral part only but centra! still opened 
tAjjjk-S' (|j 'U-ij acrocephaly 

Closure of sutures in lateral part only but centra! still opened 

jAj 

6- closure of all sutures 

Pointed head -$Ox.y cephaly 
2~ increasde ICT 

manifestation of ^ ICT oj%a <Jja -SL*Jla •• jAu A*J brain -S'j Alia sutures -2' 
jjc, JljJI •• high pitched cry cs&A* 

convulsion Ujjj vomiting Ujj 

Investigations of craniostenosis 
Skull X-ray ^ abnormal shape + silver beaten appearance • 
Treatment of craniostenosis 
Uiic. AjSj sutures -II £J*I 

open Craniotomy •' 

(Aa*JI (>» aa Aja JoAu sjj Cranioectomy 


/Ylental Retardation 


Definition 


Impairment of intelligence • 

^JJI ^^glc .'.AL.J ^j£lj ( laa9 Luul&ALJ19 • • Jaa3 <Ljlj-lll ^3 IaLax (jia 

memory -It -7 

lia. Aj-llc ^jjaAL Vj UJJA^ V (_jjL1 Aj Afij •• dil.la.Lll jSjj ^Jc (j-aadil 1A ojJS 

mode of thinking -S' -2 

J'J'J' Acll^a (jLSI aljAuLll ^ljSj <—&A 
fff d.laj LLal (JaLAl llll^a S^jAlla (_$1 
( UJIja ^±11 AAllI ^ jSij V ) /yiR JaaiJI ^ liA Au.bUj 

adaptive social behavior -S' -3 

Ajc.LoA.L11 AjLLc j jjjaLlL ALLUal j jj^aLlL J.L^Lc 
AltAi lSjLco is lc ( =Aaj 
ol ju jja l-Uaa Ly^^l^l £'° J«UjJ L_iA 

LSJ^I ~ e i 


Btiology 

l*U>- 

( cerebral palsy - 1 ' ) CP -S' o^s j- jr 

(jjVI ( -> , fr)'c cidajjj 
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7- EnviromentaI causes -> most ommon cause of MR 

^ AlijjJaala (ja ^ O^ujI ^3 ^jjojIc. j_ll ^jj ^\ x . a \ 

%A 

(jC- IJ) JUJU aUl J L_lUl ^3^\j 

-> Socially dissociated 

(Jj>^a3 ^ JajJai^-o 1.1a. L_lJUa j\ - 

^j-saJla. ^jjjj^^iuXUa 4_i3 ^Ul (JJjjjjAaJI 

curable ‘-‘VujjViI aJL^J! cW j*-Il a-^A 

2- Post immunization as DPT 

(P -S' encephalopathy JUi>Llt j> jjii£ ^3 (J-wtoJ 43] 4ulSJ3a — 

encephalopathy^ 33c.Uu degree -S' '- r u*a. • • /yiR 4la*3 jS-a-a ^ 6 3 *j jilsl jl U-a j^rs . 

3- Chromosomal 

CP -S' ls j <-jUuLS1 

4 /HR ???? ij^LjHow to prevent CP 4 

7- <5o^3 antenatal care • 

•7 Drugs • 

• jtJbLaJ) a-uJaJI 4iuajj VI 

7 Irradiation • 


• ultra sound -S' V' ac.>1a« 


7 STORCH infection • 

skin rash j' fever Ja. ^H LiUiLll £ji« 

7 Previous history of chromosomal abnormality -> <SjS <^1 431 jit 

^UJl J*al cj, chorionic villus biopsy J-*-Sj2 
* UaLS I (jjiij siic. 4 jS (j^La. ^jfl <^1 Jl>Sl jS early abortion J-a*-S jUie 
2- Natal causes prevent causes of obstructive labor • 


3- Post natal care of baby as early detection of hypothyroidism & other in born errors • 


Investigations 


7- To reach the etiology 


2- IQ 


/Ql\ clijl-ll lS S '*a*a C—flj*3 

70 t> JSl /<? -S' jS <- /YIR <31 Jj»-S' Jc. J/' ^lal 

.•(^jLlli pt, yAjJkllJ 

7- mild 

Mild «- ®j 53-73 «■ /<? -S' d* ^ 

^ vUa AjjIJjjI y lAa J^aaljla 4 *Uj 11 jjiuj-a (j£l ^Ixjj jJAi educable sJ J 

^ 3! 
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ti 3-4 £ja ^j9l /Q (jUufr j* S !a ^9 UA 
• (j^ J9) sjLulu 1 jj (jl! 

2~ moderate 

Imbecile <- moderate <- oJ%j »J 35- 53 /<? -*' o 1 ^ J^ 

Aai^a jjSj •• Jusfc trainable uj%j »Jj 

3- severe 

41' idiot <- sever <- uj%j ®J 20 - 35 <- IQ -" j^ 

gjLuJ! ^9 Aj95Uj ^lJI ®Jj •• <Ulua ^Ixjj jJ9j Vj ljjSj Vj ijl V 

4- profound 

41' l-lji bj <- profound <- jj%j »■* 0- 20 <- IQ -S' u 1 ^ j^ 

j<-i 11 A ^' ^jUjJ (Jaa 

Just MR ©Jj • • ^alL«J AJ^LojU ^gJj 1 j.Vq'ixj Liic-Lal^-a -Ij-luLlI t—SL-u^/Uj 

ttt 

4s CP but no need to physiotherapy • 


Floppy baby 


®>* H' 3 written •• fU £> 1 >» 

severe generalized hypotonia jA cA" 

Aliui) 3 


rrrr Poppy iji o! *-*j&i cs'js jjJ^' s 

uiU-Lsi rrr f/oppy »5U. JJI <y ul ^Hii ji>ji ^ 
rrrr uU] t_l 5JH1I Ji>Ji ^ 

rrrr Poppy »J J'j-" o! Jj®' cr“! 

supine »j$l ^ aljJI Jji 

A*Laj (j'i/ij JljJl »Auij u] •• jjg -1 3 Jj 3 !' cJ^JJ^!' ’* 4 jJjI 34 iiuu examiner -" 

called head lag f- Sf Ua ijl 

Jji iLu 


7- Head lag 
2~ curved 


drop of the head backwards due to hypotonia of the neck muscles ^ lj!' 


neck^j back 1 extension o^jji!' jjfl £jj' 1 ® 4 jlaj <> jIjJI jij examiner - 2 ' jl 

<La^a sajc tack muscles - 1 ' 11 U* •• extension <- jj!*- ! ' o-l ^ trunk -"j 4 *Jj j'jJli 

'>*•=>■ j!u 4 ak jj -ujjJ + Curved back 

t ^-1 ijAj 

CllJU j 


3- Dangle hands and legs 'j^jljj 


4- frog leg position 

4ai^.j ^iaj j^ 


both lower limbs 1 Pexion j adduction J^'j 

(jj • • £j|j iS^j 


#J 1 ^ic. ^aojl Lft] 


5- Drop of head ant • + dangle of the lower limbs 

vertical suspension 4lU jI> 1' Uaic. 

rrrr j|jj| ^ generalized hypotonia - 2 ' ^ 1 “' 4 jI 
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7- Central as : 

•7 Chromosomal ^ down , trisomy 73 ( not trisomy 73 of mongolism ) • 
•7 CP ^ atonic ataxic • 

•7 Other syndromes : As Lowe's syndrome or Pradder LJUii • 

2' Peripheral causes • 

lower motor neuron lesion -2 ' ‘jc.Uj tiULaJI <j£ 

7 ft PCs 4 extensive polio, LJerding Hoffmann, Meningo-myelocele • 

7 Peripheral nerves ^ causes of peripheral neuropathy • 

7 Myoneural junction • 

7 Muscle causes of myopathies 


How to approach diagnosis ???? 

7■ Abnormal features in chromosomal ^ So, centra! not peripheral • 

2- Convulsions centra! • 

3■ If MR ^ central • 

A- If deep reflexes normal or exaggerated ^ So, centra! 

if hypo ^ peripheral • 

5■ Muscle wasting ^ peripheral • 

6■ Fasciculation ^ peripheral • 

7■ Loss of consciousness ^ centra! • 


ffff i> central causes -I' Jjii ^j\ ^ 

7• Abnormal features chromosomal • 

2- Course 

if progressive ^ ( other syndromes )• 

If stationary CP ^ atonic ^ exaggerated tendon reflexes • 

Or Ataxic • 


Causes of increased ICT 


7- Cranio stenosis • 

2 • Pseudo tumor cerebri • 

3■ Space occupying lesion • 

7- Hypertensive encephalopathy • 
2• CNS infection • 


tfG 3ajIxi — 


Transverse myelitis 


- Mostly auto immune disease 

DPT vaccine -II J*j ji •• viral infection -I' *-} 
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fff Lfcji 4j| 

inflammation of part of spinal cord mostly cervical or thoracic 


So, 

acute 

auto immune ®J •• UUi segments j*® 

fff JLlt 4jj 


7- fit level of the lesions ^ destructed flHCs ^ LMfJL 

fff jji Level -2' 

2- Below level of the lesion • 




ft- Motor 

So, UMNL <■ fco t/7 e /9A/£s below <■ as pyramidal tract <■ Jja <> AjjU <iljLS) 
jjjL-i 6 ^1 2 i> Uj*j 1 $j 2 !sUa £il •• acute attack -1' ^ o* 4 criteria -ILa 

Deakness or paralysis S 
Hyper tonia ( clasp knife ) S 
Exaggerated deep tendon reflexes •f 
Muscle state ( normal ) S 
Clonus , Babiniski S 
cr 5 ' 

flaccid paralysis ^ •• shock stage u Ai tS J Je® 6^ 

B~ sensation 

lost below u jfH superficial sensation in lateral spino thalamic tract o'- 4 * 
deep sensation lost below level 
C- disorder in sphincteric control 
brain-U signals Ul tjl—jjj rectum -l'j bladder -1' ^lic. jUSj - 

jlj evacuation -i >»i csAj 4j^U« •• - 

f- i ^ bladder and rectum -1' 4jjU JJlj 4*JUa Jull Ua Ulaa - 

spinal corcP\ j* J-ll Local reflex 

1^1«j U 4- automatic bladder ( jjfr* 5 ) baby cs' tsj - 
5o, disorder in sphincteric control 


investigations 


ffff 4j| 4la*A TM ^ 

spinal cord -31 ^ C7~ or MR! Al«c.U 


ffff 4 nlj J* 

W aAjxjJs 4- radiological evidence in TM Sf 

Other focal lesions -11 <j® 0*1 

- /9/so, t/o £7" aot/ /T^/?/ on brain to exclude auto immune encephalitis • 

Treatment 

-It is self limited disease in more than 50 % of cases • 

-So, just symptomatic treatment • 

- All immunotherapy under trial • 


Seizures 


UtUxa - 
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Cerebral dysrrhythmia -> Abnormal signals of the brain 
motor seizures convulsion 6^ 

fits attack of seizures Jl i-y'J - 

Types of convulsion 

d A \\ s\c. 


7- Tonic convulsion • 


High arcbed back - 

continuous contractions of all groups of muscles - 

2- Clonic : repetitive contraction and relaxation • 

Ai£ ‘Uuii JljJl iil2 j4j ^Ul 

3- Tonic - clonic • 

IjSAj ijuiVn •• (jiaiijjj t-uia^u JljJ) 

A l-B- Generalized tonic -clonic convulsion tbe most common type of convulsion in pediatrics- 
A- Myoclonic ^ repetitive contraction and relaxation in one group of muscles 

liiAj extensors -J £ contractions < 4 ^^ flexors Jl Aijlaj 

rrr 4 ji ^ ji&j l*i 

Etiology : 

(jjbU 1 $ AtllWlh 

T Try seziures- 

idiopathic IjJI* 

a) Epilepsy 

b) Febrile convulsion 

fever Jl J-aaj 

2- 2ry seziures • 

UJ& 

a) Congenital cerebral malformations 

b) Inflammatory 

tjj -JlitVl jjjS 

brain abscesses encephalitis J'j meningitis Jl 

c) Tumors 

metastasis in brain leukemia j' •• Try brain tumor as meningioma J-Jc. AjSj 

d) Degenerative disease 

neurotransmitter G>«Lila •• apoptosis ifi-aa. Neurons Jl u**-} cs-J* •• Unkou/n etiology 

l^jJ'^a. ^1 

V If early convulsion ~b grey matter degenerative disease 

V If late convulsion ~b white matter degenerative disease 

e) Drugs ^J! <|j analeptics J'j amphteamine 

ijj j^Sll Jj J 

f) Vascular causes 

V Infarction in brain 

V 1C hemorrhage 

V Vasculitis ( as lupus encephalitis ) 


42 
















g) Trauma 


h) Encephalopathies 
•S RenaI 

•S Hepatic 
T Hypoxia 
y C02 

•S CO J^ 

C Lead toxicity 

i) Metabolic disease 

You must exclude metabolic disorders 
hypoglycemia ^ ujH 6 s " 

-Tatany and hypernateremia ^ dryness of the brain cells 

- * vit- B6 

sjaJj ijA Ijiajj sjOil IjAiU l /it- B6 dependence j' 

SaaIj 4 ja tjiijj Ijfrjl (jjjUjiI] JjiL ttllkl 


j) Toxicology 


sA^j AjjuI •• (Ajli pU) (jo (JfriV a 


Classification of epilepsy 


rrrr clonic -S'j myoclonic -2' ua JjiJ' <4! 

- Clonic contraction of all muscles 
flexors^j extensors -J' u*4 
extension Vj flexion V J ^aa - iA Jk* Jix> 

IjijJ 


- Myoclonic ^ one group ^ So, flexion followed by extension ^ ^ j 

^Laj 


classification of epilepsy 4' ^ UL JiAi 

zfl 

Generalized ^ 



Z-oss c>f consciousness • 



flura • 



May tonic , clonic, tonic clonic , may myoclonic , 

may infantile spasm 

2 l 

Partial • 



a) Simple no loss of consciousness • 

•f May motor 

U!e JJLi jjt. n 11 ( £4*^ <43 Afrli (Aiilj ®Lai •• ®a£ Uiic- Lil£ - 

J* (> (>1 O*^ (»4j 'j'j *43 - 


■S May sensory 
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lie. tjiiijj jjjSJI (> c£jj 4i»j o! •• psychic - 

<L&L& (jiuSiHa AA^aaij 

psychic tA* J*H <■ »>« J 5 »JS LLili jU-SI jS 


A/£- If psychic ^ multi system complain not related to each other 

adloscent female 

( jj^ajuj Aiile (jSl^l» aji! jSi ajjli (jiaj 4lieJj • • Ajuj^j ^^jia ^ lab Ijlaba )j • • 4e lua^ Jllj&j 

j\ (jil^Liia <■ 5o, psychic 

•f /flay autonomic as abdominal epilepsy abdominal colic uyje. 

then BBG j by exclusion •• aJ 

•S May psychic -> <ul%j n, 

AJ Complex partial 
•f Loss of consciousness • 
c) Dith 2ry generalization • 


Un calssified 


Febrile convulsion 


lla. aU 


(> criteria 


Idiopathic causes 

i»jV febrile convulsion jLie 4Uil febrile convulsions -U over diagnosis 'jiie. JjiwJl i_L-5Uj 


Criteria of febrile convulsion 


1- Age ^ 3 months to 5 years • 


eJj 6 years ^ 6months i> j*jV) </j 


2- Fever • 

a- High grade fever <> J &i 38 

b- Rapidly rising 

<oL_u 72 IjJh V o^jjS • • dilixV ^»Lil La fija Lh° 

(JaJI iSO 0 O£O J ' J1 Al^Ji A-aola ^aLil !/Li-a 

AjjaLuj !5Lb AjajJ Cf-0 «• 4_xJj ^ n<-> 11 diKj3 

c- Attack of convulsion occurs within 72 hours 

( fever^ l>° Aeba 72 Jjl ^ La Aeba ^j-a 

3- Convulsion description • 


: ^\s ojSa jOV 
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fULU U LJle febrile convulsion -ll •• Aiij 75 cB JjJj V •• ^ ^Ijj o- 4 o^A 

c- No post ictal loss of consciousness 

d~ Not repeated in the same disease 

^(jjiaj ^3 (jjj.WTnx \x.\ • • 1.1a* ^alA h jCi hj 

( febrile ujCb 5** ajV ) l- 1 ^ sJ j ^s-ll-*^ ( fever -II ) cSb j*j j^ul jl JjSj • • jlj 

A- No manifestations of any CNS infection • 

5- source of fever 

fever J' •• extracranial source of infection fjV 


rrrr epilepsy 0 s " <Jja' cjj^ febrile convulsion -I' 
ff attack -II *-} BBG pj V 


A/-£- In febrile convulsion BBG is normal 2~3 weeks after the attak 


7- Positive family history of epilepsy 
2~ If attack less than 9 months • 

3- Abnormal neurological signs • 

A- Atypical presentation • 


ujIjj 3 (> jisi sjjc. ^ attack -II aJjU - 

Or one of attack is ^ focal or not generalized- 

Ajj^ja^u (jjAj jcluSI ijA jl - 


Treatment of febrile convulsion 

7• ^ fever • 

2• Treatment of the cause • 

3■ /yiay short term anti convulsants • 

A- Avoid fever later • 


Investigations of seziures 


7 ■ BBG • 

attack^ *-} 4l*-i-l Ljj 


Not a good positive and not a good negative- 
clinical -I' j»*i 


2- may need lumbar puncture 


typeA ' cA£j 0*" - 
CNS infection ^ jJ 


3■ Ca & fUg level ■ 

A- Glucose level • 

5■ fYlay need fundus examination 

^ ICT 4- papilloedema ^ jl o'-*-* 
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6■ MR! or CT- 


: <Jj&j history Jl jl Indications -11 j 


/ History of head trauma 
/ History of malignancy 
/ History of bleeding tendency 
/ History of focal convulsions 
/ Or focal neurological signs 
7- If suspect toxins • 


aJ^a.L.U. 1 1 4j*jl 


Treatmetn of any convulsion 


7- Treatment of the cause • 
2• ftnti epileptic drugs • 


Status epilepticus 


/Weans that attack of convulsion persist > 30 mins- 
U-sslj ^ Jij JjSj jIwjI ji 

Treatment 

ftBC!H\ <*i 


ft- ftir way ^ mouth gag • 

mask of 02 •• secretion -11 LliAJb 

(jjla AuJt&j J 

Do Endotracheal intubation & even Mechanical ventilation 


B- Blood pressure • 

C- Circulation • 

D- Drugs 

( Diazpam ) valium -H-e 
JUU ^14 

•7 If over dose 4 A/ R-C- 4 respiratory failure • 

- Dose ^ 0-7 - 0-3 mg / kg/ dose 111111"^ 

- Slowly IV 

J) A • * ‘LuJ j] • • CLi\ ja 3 J Jr^ * * bJLj j • • d jjS JajliS- O jla ^ A^uJ j] 

Phenobarbione or phenotoyin immediately 

very slowly IV uj%j 75-20 mg /kg / once <■ loading dose ailiuj - 

4c. Lj 7/3 Jo. Jc. 

3- 5 mg /kg /day <j* J- 1 ' Maintenence dose - 1 ' a^ 12 W' -M^l J 1>J1 jl - 

\a U j] - 

General anasethsia jubiu -uJ jl - 

neuro -1' t> fl^V' ■ 1 » a ^ ft 


enocrine Iajj ft -6 ®*>« AaiUIl Actual 34 2.6 aa^j -be. jjjjill 
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